Sir, A 63-year-old male presented with the history of effort angina class II for last 8 months. He was known diabetic for last 5 years on regular treatment. There was no history of rest chest pain, hypertension. His past and family histories were unremarkable. He had no anemia, cyanosis, jaundice, clubbing, and lymphadenopathy. All peripheral pulses were normal and palpable. Blood pressure and respiration were normal. Other systemic examinations were normal. His electrocardiogram shows right bundle branch block and ST-segment depression of 1 mm in lateral and inferior leads. Complete blood count, including erythrocyte sedimentation rate, lipid profile, chest X-ray, and echocardiography were normal. Coronary angiography shows right dominant circulation and left main coronary artery (LMCA) arising from Rt aortic sinus, passes posteriorly around the aortic root (retroaortic course) and giving rise left anterior descending (LAD) artery and left circumflex (LCx) artery [ Figures 1 and 2] . The LAD coronary artery showing 70% type B eccentric lesion with distal thrombolysis in myocardial infarction III flow.
Sir,
A 63-year-old male presented with the history of effort angina class II for last 8 months. He was known diabetic for last 5 years on regular treatment. There was no history of rest chest pain, hypertension. His past and family histories were unremarkable. He had no anemia, cyanosis, jaundice, clubbing, and lymphadenopathy. All peripheral pulses were normal and palpable. Blood pressure and respiration were normal. Other systemic examinations were normal. His electrocardiogram shows right bundle branch block and ST-segment depression of 1 mm in lateral and inferior leads. Complete blood count, including erythrocyte sedimentation rate, lipid profile, chest X-ray, and echocardiography were normal. Coronary angiography shows right dominant circulation and left main coronary artery (LMCA) arising from Rt aortic sinus, passes posteriorly around the aortic root (retroaortic course) and giving rise left anterior descending (LAD) artery and left circumflex Congenital coronary anomalies are infrequent (<1%) findings on coronary arteriography, but may be associated with myocardial ischemia in certain settings. [1] The most common anomaly is a separate origin of the LAD and LCx coronary arteries, followed by the origin of the LCx from the right coronary sinus and origin of the right coronary artery (RCA) from the left coronary sinus. The incidence of origin of LMCA from Rt aortic sinus is 0.02% among the all coronary angiogram and 1.3% among the coronary anomalies. [1] In a series from Harikrisnan et al. [2] only one patient out of 7400 has LMCA and RCA from right aortic sinus.
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Nil. Sir, Rheumatic fever is still the leading cause of acquired heart disease in children and young adults. Surgical intervention is performed mainly in patients with chronic valve deformities. In recent years, pathological examination of such specimens has been given less importance. In this setting, we recently had the opportunity to see a rare but classic histopathological finding of acute rheumatic valvulitis in a surgical specimen.
L etters to the Editor
A 17-year-old girl with history of dyspnea on exertion and palpitation of 20 days was admitted for evaluation. There was no history of joint pain or swelling or respiratory tract infection in the preceding 1 month. She was afebrile and pale with icterus and bilateral pedal edema. There was tachycardia and with normal blood pressure. The cardiovascular system examination showed normal heart sounds, S1 soft, 3/6 presystolic murmur at the apex radiating to the axilla, 2/6 systolic murmur at the left lower sternal border and in the pulmonary area, and 2/6 diastolic murmur in the apex and left ventricle S3. The jugular venous pressure was elevated with no peripheral signs of infective endocarditis. Air entry was reduced in the right lower zone with fine crepitations. The abdomen was distended, with palpable liver and spleen.
Investigations showed low hemoglobin and mild leukocytosis with neutrophil dominance; erythrocyte sedimentation rate was 25 mm at the end of 1 h (Westergren method). Chest x-ray showed cardiomegaly, cardiothoracic ratio of 156/243, with right atrial enlargement and right-sided pleural effusion. Electrocardiogram (ECG) showed sinus rhythm, PR 145, axis +70, normal QRS duration. In echocardiography (echo) the various gradients were: Left ventricle (LV) 49/32, left atrium-toaortic (LA/AO) 53/21, ejection fraction 65%, 6 mm pericardial effusion (PE) posterior to LV, and restricted posterior mitral leaflet opening with doming of the anterior leaflet. Liver function tests showed direct hyperbilirubinemia and hypoalbuminemia.
The possibility of acute rheumatic fever was considered but antistreptolysin O (ASO) titer was only 52 units (normal value:
Up to 200 units). The patient was treated for heart failure and the symptoms improved.
One year later, she underwent mitral valve replacement with preservation of the posterior leaflet. Grossly, the mitral leaflet was opaque and thickened with granularity along the line of valve closure. Microscopic examination showed dense perivascular mononuclear infiltrates, fibrinous material surrounded by palisaded arrangement of histiocytes [ Figure 1 ], sclerosis, and neovascularization by bunches of thin-and thick-walled vessels [ Figure 2 ]. The features were suggestive of acute rheumatic vegetation superimposed on chronic valve disease. Stains for organisms were negative, ruling out infective endocarditis. ASO titer was 300 units, thus confirming acute rheumatic activity. The postoperative period was uneventful. ECG showed no fresh changes. Echo showed good left and right ventricular functions. She was asked to gradually resume normal activities over a period of 3 months. She has been under regular follow-up for the last 1 year and is doing well. 
